Abstract Human parvovirus B19 is highly tropic to human bone marrow and replicates only in erythroid progenitor cells. It is causative agent of transient aplastic crisis in patients with chronic haemolytic anemia. In immunocompromised patients persistent parvovirus B19 infection may develop and it manifests as pure red cell aplasia and chronic anaemia. Bone marrow is characterised morphologically by giant pronormoblast stage with little or no further maturation. We encountered a case of 6 year old HIV positive male child presented with pure red cell aplasia due to parvovirus B19 infection. Bone marrow aspiration cytology revealed giant pronormoblast with prominent intranuclear inclusions led to suspicion of parvovirus B19 infection which was confirmed by DNA PCR. This case is presented to report classical morphological features of parvovirus B19 infection rarely seen on bone marrow examination should warrant the suspicion of human parvovirus B19 infection in the setting of HIV positive patient with repeated transfusions and confirmation should be done by PCR.
HIV positive male child presented with pure red cell aplasia due to parvovirus B19 infection. Bone marrow aspiration cytology revealed giant pronormoblast with prominent intranuclear inclusions led to suspicion of parvovirus B19 infection which was confirmed by DNA PCR. This case is presented to report classical morphological features of parvovirus B19 infection rarely seen on bone marrow examination should warrant the suspicion of human parvovirus B19 infection in the setting of HIV positive patient with repeated transfusions and confirmation should be done by PCR.
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Background
Parvovirus B19 was first associated with human disease in 1981 when it was connected with aplastic crisis in children with haemolytic anaemia [1] . Parvovirus B19 is single stranded DNA virus [2] . The main target for parvovirus B19 infection is erythroid progenitor cell in the bone marrow. Erythroid tropism is based on tissue distribution of parvovirus B19 cellular receptor globoside (blood group P antigen) [3] . Human parvovirus B19 causes cell cycle arrest of human erythroid progenitors via dysregulation of E2F family of transcription factors [4] . Acute parvovirus B19 infection is thought to confer protective lifelong immunity. In immunologically normal individuals parvovirus B19 causes an acute self limited (4-8 days) cessation of RBC production. In individuals with haemolytic anaemia this can lead to acute aplastic crisis. In immunodeficient patients failure to produce neutralising antibodies results in persistent parvovirus B19 infection [5] . Bone marrow aspiration cytology smears reveals marked erythroid hypoplasia with large vacuolated proerythroblast (Lantern cells) with cytoplasmic pseudopods [6] . In a large cohort study of 50 patients with AIDS parvovirus DNA was found in only 1 out of 191 (0.5 %) HIV positive homosexuals. However Human parvovirus B19 DNA was found in 5 out of 30 (17 %) transfusion dependant HIV positive individuals [7] .
Case History
A 6 year old male child presented with fever, cough and breathlessness. He was treated with repeated blood transfusions due to anaemia. On examination patient had marked pallor with generalised anasarca. Hematological investigations revealed: Hemoglobin-2.7 gm/dl, T.L.C.-2,500/cmm, R.B.C. count-1.01 million/cmm, platelet count-1.10 lakh/cmm. Peripheral smear findings did not reveal features of sickle cell anemia or thalassemia. Reticulocyte count was 0.1 %. Patient was HIV positive. CD4 cell count of patient was 72 cells/cmm and CD4:CD8 ratio was 0.11.
Patient was labeled as severe anemia with pancytopenia. Bone marrow aspiration cytology was carried out from sternum. Cytological smears were stained with Leishman stain. Bone marrow aspiration cytology smears revealed marked erythroid hypoplasia with giant proerythroblast with cytoplasmic pseudopods (Lantern cells). Nuclei showed ground glass appearance with large nucleoli like eosinophilic intranuclear inclusions (Figs. 1, 2) . Myeloid series was unremarkable. Megakaryocytes were adequate. These bone marrow cytological findings raised the suspicion of human parvovirus B19 infection. Our findings were confirmed by positive DNA PCR for parvovirus B19. Patient was treated with intravenous immunoglobulin.
Conclusion
The presence of large atypical erythroblasts in bone marrow aspiration cytology in the setting of HIV positive patients with transfusion dependent anaemia with classical morphological features on bone marrow examination should warrant the suspicion of Human parvovirus B19 infection and confirmation should be done by PCR. 
